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Inhibitory Effect of Panax Notoginseng Saponins on Epithelial-mesenchymal Transition in Lung
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stitute of Clinical Medicine, Beijing (100029 ) ; 3 Department of TCM Pulmonary Diseases, Center of Re-
spiratory Medicine, China-Japan Friendship Hospital, National Clinical Research Center for Respiratory
Diseases,Beijing (100029 )

ABSTRACT Objective To investigate the effect of Panax notoginseng saponins (PNS) on the epi-
thelial-mesenchymal transition (EMT) induced by TGF-B, in lung adenocarcinoma A549 cells. Methods
PNS MTT experiment was conducted, and then A549 cells were randomly divided into blank group, model
group, low, medium and high concentration PNS intervention group. And the blank group was added F-12
medium, model group was added TGF-B, (10 ng/mL), the PNS groups was added low (62.5 pg/mL),
middle (125 wg/mL) and high (250 ug/mL) concentration PNS respectively. The morphological changes
of cells in each group were observed by optical microscopy, and the expression levels of fibronectin
(FN), Vimentin(Vim ), E-Cadherin (E-Cad) mRNA and protein were detected by Real-time quantitative
PCR, Western Blot and immunofluorescence. Results PNS at 31.25 =500 pg/mL had no obvious effect
on the proliferation of A549 cells. Compared with the blank group, PNS intervention EMT showed in-
creased FN mRNA and protein expression in the model group (P <0.01, P <0.05), Vim protein expres-
sion increased (P <0.05), E-Cad mRNA and protein expression decreased (P <0.05).Compared with
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the model group, FN mRNA expression decreased in the high concentration Chinese medicine group (P <
0.05), E-Cad and protein mRNA expression were increased (P <0.01, P <0.05) ; FN protein expression
decreased in the group with low concentration and high concentration of TCM (P <0.05), Vim protein ex-

pression decreased in the group with low and medium concentration (P <0.05). Conclusion

PNS can

improve the epithelial marker E-Cad and inhibit the expression of mesenchymal markers FN and Vim in

the EMT process in vitro , and the results are more significant at high concentration, and thereby PNS

showing certain intervention effect on the EMT process was concluded.
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